Basal serum gastrin, integrated gastrin response to a meal, and integrated gastrin response to insulin induced hypoglycaemia were measured in 60 patients with duodenal ulcer before and after elective highly selective vagotomy to determine whether antral gastrin has a role in resistance to H2 receptor antagonist treatment which the patients had received before surgery or in the development of recurrent ulceration after vagotomy.
Abstract
Basal serum gastrin, integrated gastrin response to a meal, and integrated gastrin response to insulin induced hypoglycaemia were measured in 60 patients with duodenal ulcer before and after elective highly selective vagotomy to determine whether antral gastrin has a role in resistance to H2 receptor antagonist treatment which the patients had received before surgery or in the development of recurrent ulceration after vagotomy.
The basal gastrin, integrated gastrin response to a meal, and the integrated gastrin response to insulin were similar in patients whose ulcers healed after H2 receptor agonist treatment or were refractory to at least three months of this treatment. The same parameters measured before or after highly selective vagotomy were similar in patients who eventually developed recurrent ulceration compared with those who did not. As expected the basal and meal stimulated (but not insulin stimulated) serum A combined insulin pentagastrin test was performed before and seven days after operation as described previously.I" rank order correlation. The data used in these comparisons were basal acid output, peak acid response to insulin, and peak acid response to pentagastrin, both before and after surgery, and also the percentage reductions of each of these parameters after highly selective vagotomy. In none of these comparisons was any statistically significant correlation identified between serum gastrin and gastric acid output before or after surgery.
Discussion
These results do not establish a prominent role for antral gastrin in either resistance of duodenal ulcers to treatment with H2 receptor antagonists or the development of recurrent ulceration after highly selective vagotomy. Before surgery, the basal, meal stimulated, and insulin stimulated serum gastrin values of patients whose ulcers healed after treatment with H2 receptor antagonists were similar to the values in patients with refractory ulcers. After highly selective vagotomy, too, serum gastrin values were similar in patients with and without recurrent ulceration. This was true of the gastrin studies performed both before and after surgery. The methods used to elicit a serum gastrin response were as simple as possible -either allowing the patient to eat a standard meal or by insulin induced hypoglycaemia. The meal test provides a luminal stimulus to gastrin release in the main, although vagal and other influences mnay play some part in the response.'3 Similarly, insulin stimulated hypoglycaemia elicits a response that is mainly vagal in origin, though the local effects on antral mucosa of the acid released by the stimulus and circulating adrenalin may both play some part. ' 
